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Figure S1. (A) TLR3, 7, 8, and 9 expression in A549 cells. (B) HEV ORF3 expresses 

in A549 cells. 



 

Figure S2. The dose-dependent assay of the TLR agonist identified P65 in the nucleus 

and cytoplasm extracts. (A-D) Poly(I:C) (TLR3 ligand) (1µg/ml, 10µg/ml, 20µg/ml), 

Gardiquimod (TLR7 ligand) (1µg/ml, 3µg/ml, 5µg/ml), CL075 (TLR8 ligand) 

(1µg/ml, 5µg/ml, 10µg/ml) and ODN2006 (TLR9 ligand) (1 µM, 3 µM, 5 µM) had 

peak effects on NF-κB signaling at concentrations of 10 µg/ml, 3µg/ml, 5µg/ml, and 3 

µM, respectively. 



 

 

Figure S3. (A) A549 cells were successfully infected with Sar55 and ΔORF3. (B) 

With the exception of the HepG2 cells, all other cells were successfully cultured with 

the infectious clones of Sar55 and ΔORF3. 

 

 

Figure S4. HEV ORF3 also inhibites the Poly(I:C)-induced nuclear translocation of 

P65 in PLC/PRF/5 cells. 

	


